. Angiographic studies may show non-filling of the sinus on late films (Clune, 1963) (Pirkey, 1950 (Clune, 1963; Pascarelli & Lemlich, 1964) or low molecular weight dextran (Leak & Kemball Price, 1964) will prove to be safer and more effective.
Prognosis
Prior to the introduction of antibiotics this condition was nearly always fatal. Eighty per cent of patients now survive, but Shaw (1952) , whose excellent review is quoted throughout this section, points out that only a quarter will escape serious complications or residual damage. Septicaemia, a CSF pleocytosis and involvement of both eyes are so common as to be part of the disease, and infection will spread to produce an orbital or cerebral abscess, meningitis or a subdural empyema (Kubik & Adams, 1943) in over 25% of cases. These lesions, along with febrile fits in children and cerebral damage due to venous thrombosis or arterial emboli (Weisman, 1944) account for the frequent appearance of convulsions. Embolic episodes occur in 40% of cases, mainly in the lungs, but involvement of almost every part of the body has been reported. Subarachnoid haemorrhage has also been described (Eichhorn, 1941) (Williams, 1956 )-a lesion which has been observed pathologically and suspected clinically during the acute stage (Weisman, 1944; Brown, 1961; Childress & Bitzer, 1964 Occlusion of the sagittal sinus by meningiomas is well recognized, but the sinus may also be compressed by extradural metastases (Mones, 1965) and spontaneous intracerebral thrombosis has been described in association with carcinoma (Barnett & Hyland, 1953 (Symonds, 1940) , tuberculosis (Russell, 1944) , typhoid (Martin & Sheehan, 1941) , diphtheria (Ford, 1960, p. 888) and mumps (Banker, 1961 Among the earliest cases of post traumatic venous thrombosis described were those due to gunshot wounds in the head (Holmes & Sargent, 1915) . Closely allied to these is the thrombosis sometimes seen after surgery (Swanson & Fincher, 1954) or the insertion of a needle into the sagittal sinus of a child (Ford, 1960, p. 888) . However, trauma is not always so direct, and moulding of the head at birth, a fracture (depressed or otherwise) over the line of the sinus (Caudill, French & Haines, 1953; Martin, 1955; Kinal, 1959; Beller, 1964) or even a blow on the head insufficient to produce unconsciousness or damage the skull may be followed by thrombosis of the sagittal or lateral sinus (Barnett & Hyland, 1953) . The thrombosis may form on post-traumatic haemorrhages in the wall of the sinus (Carrie & Jaffe, 1953) , because of injury to the dura or because of an extension of thrombosis in a diploic vein due in turn to trauma and infection to the skull and skin (Martin, 1955) . Cerebral venous thrombosis may also occur spon-taneously as a result of the thrombotic diathesis that follows any operation or severe injury (Barnett & Hyland, 1953) and it is tempting to suppose that some of the encephalitides and neurological disorders observed in patients with burns arise in this way (Emery & Reid, 1962) . In passing, it may be noted that venous congestion around a cortical venous thrombosis can be mistaken for a contrecoup injury (Barnett & Hyland, 1953) .
A liability to spontaneous thrombosis has been observed in patients with infections, severe injuries, cancer and a variety of other conditions. The thrombotic diathesis observed during the puerperium and, to a lesser extent, during pregnancy is the best known of these, but as the subject has been carefully reviewed recently it will not be considered again in this paper (Carroll, Leak & Lee, 1966) . Cerebral venous thrombosis may also occur in polycythaemia (Massachusetts General Hospital Clinicopathological Conference, 1960) in cyanotic congenital heart disease (Berthrong & Sabiston, 1951) with right ventricular failure (Barnett & Hyland, 1953 ) and in anaemic dehydrated infants (Bruno & Ober, 1963) . It has been encountered in sickle cell anaemia, especially during anaesthetics (Schenk, 1960) in diabetics (Ata, 1965) , in homocystinuria (Dunn, Perry & Dolman, 1966) and as an 'idiopathic' condition (Gerber & Mendlowitz, 1949) . It may also be responsible for the papilloedema sometimes seen in leukaemia (Barnett & Hyland, 1953) and for some of the cerebrovascular accidents apparently precipitated by oral contraceptives (Lorentz, 1962 (Merwarth, 1942 (Mones, 1965) (Lemmi & Little, 1960 (Swanson & Fincher, 1954) .
Treatment
Treatment of the underlying disease rarely has any effect on the neurological picture, except in the case of removal of a meningioma, irradiation of a secondary deposit (Mones, 1965) or elevation of a depressed fracture (Caudill et al., 1953; Kinal, 1959 (Dekaban & Norman, 1958; Banker, 1961) . For this reason, it is virtually impossible to comment on the prognosis in a satisfactory manner. In general, however, the prognosis for survival after cortical venous thrombosis is good, although many patients are hemiplegic or epileptic. Sagittal sinus thrombosis is a much greater threat to life, and the mortality during infancy and pregnancy is high. Post-traumatic thrombosis appears to be much less dangerous (Beller, 1964) although death has followed an injury too mild to fracture the skull or produce unconsciousness (Askenasy et al., 1962).
Lateral sinus thrombosis
Lateral sinus thrombosis is usually due to infection in the middle ear or pharynx, but may be associated with any of the conditions described above, and especially with mild occipital head injuries. Acute otitis media has been a relatively unimportant cause since the introduction of antibiotics, and at present the lesion is most likely to be encountered in patients with chronic or inadequately treated middle ear disease. In the absence of neurological signs, the diagnosis is suggested by rigors, persistent fever and headache, and tenderness over the jugular bulb. (Symonds, 1940 (Symonds, , 1956 (Lemmi & Little, 1960 (Bailey & Hass, 1937) . In the presence of papilloedema, an attempt should be made to reduce the venous pressure by raising the head and paying attention to the airway (Kinal, 1959) . Lumbar punctures should be avoided, as they are potentially dangerous (Symonds, 1952) (Jensen, 1962) . Thromboembolic complications of varying severity (Reading & Schurr, 1956 ) and weakness following cortical venous thrombosis will also be encountered occasionally. Patients with intracranial hypertension usually make a complete recovery and the risk of blindness is much less than with benign intracranial hypertension, although papilloedema may persist for months or years (Foley, 1955; Bradshaw, 1956 ).
Thrombosis of the vein of Galen
The full clinical picture of thrombosis of the vein of Galen is perhaps the most striking of all the syndromes under discussion. It is usually a sequel of severe deformity of the skull during a difficult premature or breech delivery, and it produces bilateral extrapyramidal signs with spastic weakness of both legs. These findings are only intelligible when it is appreciated that they are the result of cerebral softening in the area drained by the vein of Galen-the basal ganglia and the central white matter of both hemispheres (Benda, 1952) . A similar neurological picture has been reported following a non-fatal illness in infancy (Banker, 1961) and in one such patient a suppression-burst electroencephalogram was recorded (Lemmi & Little, 1960) . But in infancy and adult life, thrombosis of the vein of Galen usually causes a rapidly fatal illness characterized by headache, mydriasis, hyperthermia, fits, coma and death (Garcin & Pestel, 1949; Ford, 1960, 
